Materials
Fasting blood samples were collected from 200 healthy adult Nigerians (160 males and 40 females) between the ages of 15 and 40 years. The sera were separated as soon as possible after collection (one to two hours to allow for clot retraction). Most of the analyses were performed on the same day on which the samples were collected, but occasionally when it was not possible to complete the analyses the specimens were stored in the refrigerator at 40 C., and the investigations completed the following morning.
Analyses were undertaken on each sample of bilirubin (total and direct reacting), alkaline phosphatase, proteins, thymol turbidity and flocculation, zinc sulphate turbidity, cephalin cholesterol flocculation, and colloidal gold flocculation.
Cholesterol (total and ester) was estimated and zone electrophoresis on paper for proteins and lipoproteins was also performed; the detailed consideration of this latter group of analyses will be presented elsewhere.
A bromsulphthalein excretion test was also done on 50 of the fasting subjects.
The serum of 50 Europeans resident in Ibadan, 25 cases of infective hepatitis, and 25 cases of hepatic cirrhosis were also examined by the same methods.
Methods
Bilirubin.-The method of Powell (1944) was used. As the final dilution of the serum was 1 to 10, the buffered methyl red standard of King and Coxon (1950) was employed as standard. Direct bilirubin was read at 10 minutes.
Alkaline Phosphatase.-This was estimated by the method of King and Wootton (1956 (1944, 1947a, 1947b) and Neefe (1946) . Two tubes were prepared for each serum, one used to read the turbidity, the other for the flocculation which was read after 18 hours.
Zinc Sulphate Turbidity. -Kunkel's (1947) The results are presented in Tables I, II, III, and IV and in Figs. 1 and 2. Holmes et al. (1951) have suggested that it is related to protein deficiency in the diet, and that the picture can be altered by feeding a high-protein diet. This finding is not in agreement with our observations in Nigerians. Arens and Brock (1954) believe that in Cape Town Africans it is caused by liver damage due to prolonged protein malnutrition, and that in other Africans from areas of endemic tropical disease it is accentuated by chronic parasitic infection. Schofield (1957) considers that it is the result of a pathological process in the liver caused by malarial infection.
The present investigation clearly shows, however, that the high y globulin levels in Africans are not a result of chronic hepatocellular damage because those tests of hepatic function which may be regarded as fairly specific for liver damagethymol turbidity, thymol flocculation, and bromsulphthalein excretion (Maclagan, 1948; Mateer et al., 1943'-do not show any abnormality in healthy Africans even though they have a high serum y globulin level. It also demonstrates that in hepatitis and cirrhosis in Africans there is a further increase in serum y globulin (Fig. 1) and that the protein flocculation tests show pathological changes similar to those associated with liver disease in Europeans (Tables III and IV) .
The most likely explanation seems to be that these differences have a true genetic origin (Edozien, 1957) . This view is supported by the finding that a significant difference exists between the zinc sulphate turbidity reading of healthy Negroes and whites in America (Reinhold, 1955 (Kunkel, 1947; Discombe, Jones, and Winstanley, 1954) that the zinc sulphate turbidity reflects quantitative changes in serum y globulin better than the other turbidity and flocculation tests. They also show that correlation between the two is much better with normal sera having y globulin concentrations less than 3.0 g./100 ml. than with abnormal sera showing higher concentrations of y globulin.
It is therefore recommended that the best combination of protein flocculation tests for the assessment of hepatic function in Africans consists of thymol turbidity, thymol flocculation, and colloidal gold flocculation. With 
